The known effects of parathyroid hormone on renal excretion of phosphate have tempted some investigators to ascribe a central role to the parathyroid glands in phosphate homeostasis. However, it has been shown that hypoparathyroid patients maintained on vitamin D are able to increase renal phosphate clearance in a manner similar to normal subjects when their oral phosphate intake is raised (1). The vitamin D used in therapy of this illness is generally believed to be directly responsible for increased renal clearance of phosphate, but such large doses of vitamin D cannot be given without affecting calcium metabolism. The possibility that the serum calcium level could affect phosphate homeostasis was explored by measuring the renal response to raising phosphate intake before and during prolonged calcium infusion in untreated hypoparathyroid patients. The experimental design also afforded an opportunity to measure directly -the effect of parathyroid extracts on renal excretion of calcium in man.
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Methods
Six patients with untreated postsurgical hypoparathyroidism and one with untreated idiopathic hypoparathyroidism were studied. Of the six postsurgical patients four had been hypoparathyroid from 1 to 6 years. Two were only 1 
Results
A representative protocol and data from one patient are shown in Table I and graphic representation of data from another patient in Figure 1 . glomerular filtration rate and in spite of the reduced serum phosphate level. Presumably a decrease in tubular resorption of phosphate occurred. It is clear that changes in phosphate excretion can be induced by dietary means in the absence of both parathyroid function and pharmacologic doses of vitamin D. The mechanism for this homeostatic response is obscure, but it does require a normal or near normal serum calcium level. The ability of vitamin D-treated hypoparathyroid patients to respond to oral phosphate loading would appear to be more directly related to the normal serum calcium level than to the vitamin D. These findings raise the possibility that parathyroid hormone and vitamin D induce phosphaturia by effects on calcium metabolism or on calcium transport in the renal tubular cells instead of by direct effects on renal tubular excretion of phosphate.
It has been reported that parathyroid hormone increases tubular reabsorption of calcium in the rat (10) (11) (12) . Widrow and Levinsky (13) showed a similar effect of PTE in the dog but could not reproduce this effect with more purified hormone. There is not uniform agreement on the effect of parathyroid hormone on renal excretion of calcium in man. Gordan, Loken, Blum, and Teal (14) reported a decrease in percentage of tubular reabsorption of calcium in hyperparathyroid patients compared to normal subjects, and Horwith, Rich, Thompson, and Rasmussen (15) reported a slight increase in urinary calcium after administration of partially purified parathyroid hormone. Hiatt and Thompson (16) reported no change in urinary calcium after acute administration of PTE in hypoparathyroid patients even though glomerular filtration rate went up slightly after the extract was given. Kleeman and associates (17, 18) reported decreased "calcium clearance" in the presence of normal or increased amounts of parathyroid hormone when contrasted to low or normal amounts, respectively. In the reports by Kleeman and associates the "calcium clearance" was actually the ratio of calcium clearance to inulin clearance, and in many of their studies the serum calcium or glomerular filtration rate was changing rapidly. In those studies where these factors were relatively constant, they assumed that changes in parathyroid function were induced by altering the dietary calcium and phosphate of their subjects.
In the present study four patients whose serum calcium had been held at near steady state by slow intravenous administration of calcium chloride responded to administration of parathyroid extracts with a fall in urinary calcium content without a fall in creatinine clearance and without a fall in sodium excretion. Presumably, a rise in tubular reabsorption of calcium occurred. Evidence corroborating such an effect of parathyroid hormone on renal tubular resorption of calcium is provided by the uniform finding of hypercalciuria in all patients during calcium infusion, even though the serum calcium never quite reached normal level. In these patients the hypercalciuria could not be due to the gluconate ion (19, 20) 
